Background: Lichen planus is a chronic muccocutaneous inflammatory disorder. Oral lichen planus (OLP) has certain specific characteristics in its clinical presentation, but can also be presented in forms resembling other diseases. This may introduce difficulty in the diagnostic process. It has been reported that OLP affects between 0.1 to 4% individuals, predominantly women and people over 40 years old. Case Report: A 46-yearold woman complained of a non-healing ulcer present for 1.5 months. Intraorally, multiple white striae with prominent central areas of brownish hyperpigmentation were apparent on the right and left buccal mucosa, right and left buccal sulcus, and lateral and dorsum of the tongue. A biopsy was completed and the histopathology features confirmed the diagnosis of OLP. For the initial treatment, a topical corticosteroid was prescribed, followed by steroid mouthwash. Response to this treatment was positive. OLP has been frequently reported to affect women over the age of 40, with psychological stress as a primary predisposing factor. The clinical presentation is characteristic of Wickham's striae with erosive areas. However, a biopsy and histopathological examination is mandatory to confirm the diagnosis. The clinical feature of pigmented OLP has been reported and confirmed by microscopic finding of band-like lymphocytic appearance which is the pathognomonic features of OLP, along with basal cell liquefaction degeneration, and melanin in continence at the lamina propria. Conclusion: Pigmented OLP is a variant of erosive OLP. Anamnesis, clinical presentation, and histopathological examination confirm diagnosis.
distribution and distinct clinical presentation, but may also present as a form or pattern is similar to other diseases. This makes diagnosing based exclusively on clinical features is challenging. 1 In 1869, Erasmus Wilson first described Lichen planus and reported the oral involvement of the lesion. 2 In general, the etiopathogenesis of lichen planus is complex, including interactions between and among, genetic, environmental, and lifestyle factors. 1 Systemic medications, dental materials, chronic liver disease, the hepatitis C virus, stress, tobacco chewing, and the graftand graft-versus host diseases have also been identified as factors contributing to the etiology of OLP. 3 Studies have shown that OLP affects between 0.1 to 4% of individuals. 1 It occurs more frequently in women than men, with a ratio of 1.4:1, and in adults over the age of 40, although it can also affect younger adults and children. 4 Intraorally, OLP might present itself as white striae, white papules, white plaques, erythema, erosions, or blisters. The buccal mucosa is the most common site affected by OLP, followed by the tongue, gingiva, and hard palate. The lesions are usually bilateral, and in the majority of cases, two or more sites are involved. 5, 6, 7 Pigmentation associated with OLP is frequently observed. Cawson (2008) reported that the degenerative changes in basal keratinocytes frequently led to pigmentary incontinence. The melanin in pigment is ingested by macrophages in the superficial corium, resulting in a brownish-pigmented area in the mucosa, which can persist long after the OLP has resolved. 8 A 46-year-old woman complained about nonhealing ulcers on her right and left inner cheeks, persisting for approximately 1.5 months. The ulcers were associated with a burning sensation when subjected to spicy foods and minty toothpaste. Past medical history revealed ongoing follow-up treatments for a nodular goiter. She was not taking any medications. Extaroral examination showed no skin lesions, and the right and left submandibular lymph nodes were not palpable. Intraorally, multiple white striae with prominent central areas of brownish hyperpigmentation were apparent on the right and left buccal mucosa (Fig.1) . Whitish plaque-like lesions with hyperpigmentation lines radiating from peripheral to central were observed on the dorsum and lateral borders of the tongue (Fig.2) . A similar whitish lesion was also detected at the right and left lower posterior buccal sulcus. This evidence led to a clinical diagnosis of OLP; an incisional biopsy was taken from the lesion on the left buccal mucosa to confirm the diagnosis.
Microscopic findings showed a surface of parakeratinized stratified squamous epithelium exhibiting liquefaction degeneration of basal cells with thickening of the basement membrane zone in focal areas, and numerous civatte bodies within the lower 1/3 rd epithelium. The underlying fibrous connective tissue showed a mildly diffuse, bandlike appearance of mixed acute and chronic inflammatory infiltrate consisting of eosinophils, lymphocytes, and plasma cells. Scattered melanin incontinence in the lamina propria was also observed (Fig.3) .
Based on the clinical and histopathological examination, the diagnosis of OLP was determined and confirmed. For treatment, the patient was given 1 mg Dexamethasone oral paste to apply to the lesions, and was advised to avoid spicy foods. At the one-month follow-up, the lesion had not regressed, thus a use of a steroid mouth rinse (Dexamethasone 0.5 mg to dissolve in 15 ml water) for two weeks was prescribed. Non-sodium lauryl sulphate toothpaste was also suggested.
The sixth-month follow-up showed that the erythematous area healed, leaving the whitish striae and brownish hyperpigmentation on the bilateral buccal mucosa and ventral portion of the tongue. A size reduction of the white plaque-like lesion with hyperpigmentation on the dorsum of tongue was observed. We reassured the patient and advised her to continue using non-sodium lauryl-sulphate toothpaste. Lichen planus is well known as a chronic complex mucocutaneous disease of unknown etiology, uncertain pathogenesis, and varied histopathological features. It can occur across the lifespan, including infants under 6 months through adults above the age of 80 years. Although both men and women are affected 2 , there are somewhat higher prevalence rates in women. 6 In our case, the patient was a female in the 4 th decade of life. This age coincides with research by Chitturi et al that OLP occurs mostly between the ages of 41 and 70 years. 5 There are six recognized clinical types of OLP including reticular, papular, plaque, atropic, ulcerative, and erosive. 9 Among these types, the reticular form is the most common. 5, 10, 11 Our patient also presented with the reticulo-annular type, as well as the plaque-like type. Buccal mucosa is a common site affected by this disease for both types of reticular and erosive OLP, while the tongue, gingiva, lip and palate are predominantly affected by erosive type. 12 Although the etiopathogenesis is uncertain, physical stress appeared to be an important etiologic factor in 90% of OLPs. 8 In addition, foods, dental procedures, systemic diseases, and poor oral hygiene have also been indicate as precipitating factors of OLP. 9, 13 In our case, we observed stress is the etiology and spicy foods as the precipitating factor.
Histopathological evidence of liquefaction degeneration of the basal cell layer is consistently found in OLP. Meanwhile, few studies have observed thickening of the basement membrane. The migration of inflammatory cells, which can be demonstrated by Periodic Acid Schiff (PAS) stain 2 , can disrupt the basement membrane. In our case, these features were observed.
A study by Anjum et al., showed melanin pigmentation in the basal layer with evidence of extension to the upper part of the lamina propria 2 Our case also showed melanin pigmentation in the basal layer and upper part of the lamina propria. Another study showed clinical observation of 67.24% hyperpigmentation in the OLP 5 . There are various reasons for oral mucosal pigmentation, such as race, smoking, stress, anxiety, Adison's disease, and post-inflammatory changes. 14 A study found that 96.97% patients with history of anxiety disorders showed OLP associated with hyperpigmentation.
The proposed mechanism of hyperpigmentation is related to the GABA imbalance that occurs during stress and anxiety. This imbalance occurs in anxiety disorders and might be passed through the cranial nerve, stimulating production of melanocytes, resulting in excessive deposition in OLP. 2 Other work suggested that hyperpigmentation was caused by postinflammatory changes in recurrence flare-up and healing, which was mostly found in the chronic reticular form of OLP. 5 Unfortunately, we could not exactly determine the mechanism of hyperpigmentation in our case due to lack of information from the history.
Studies that focused on the skin suggested that the increased stimulation of melanocytes to produce melanin occurred after an inflammatory reaction, and this, along with the presence of melanophages contributed to the clinical presentation of hyperpigmentation in OLP. 15, 16, 17 The exact mechanism of hyperpigmentation in OLP remains unclear, but it has been suggested that the cytokines released by the band of lymphocytes stimulate the melanocytes. 18 Further studies are needed to comprehend the occurrence of hyperpigmentation in OLP through histopathological, immunohistochemistry, and biological aspects . The limitation in our case is we could not provide sufficient information regarding the etiology of hyperpigmentation present in OLP. However, it is important in every case of erosive OLP to confirm the clinical diagnosis with histopathology result. 
